This article presents some of the earliest evidence of visuospatial and numerical cognitive deficits in children with the chromosome 22q11.2 deletion syndrome; a common but ill-understood genetic disorder resulting in medical complications, cognitive impairment, and brain morphologic changes. Relative to a group of typically developing controls, deleted children performed more poorly on tests of visual attentional orienting, visual enumeration and relative numerical magnitude judgment. Results showed that performance deficits in children with the deletion could not be explained by a global deficit in psychomotor speed. Instead, our findings are supportive of the hypothesis that visuospatial and numerical deficits in children with the chromosome 22q11.2 deletion are due, at least in part, to posterior parietal dysfunction.
INTRODUCTION
With the emergence of the field of developmental cognitive neuroscience there has been a dramatic increase in the study of the neurocognitive implications of genetic disorders such as Down syndrome, Williams-Beuren syndrome and Fragile X syndrome. Much of the initial focus was on developing a clear understanding of the genetic effects on brain and cognitive function that produce the characteristic deficits in these syndromes so that management and intervention programs could be created. However, these syndromes have allowed researchers to explore the relationship between genetics and cognitive function. Thus, these disorders also provide considerable insight into how normal neurocognitive development occurs and how disturbances in that process generate functional deficits (Karmiloff-Smith, 1998; Oliver et al., 2000) .
There are now quite sophisticated levels of understanding of the neurocognitive bases of intellectual and communicative deficits in Williams syndrome (Bellugi et al., 1999 (Bellugi et al., , 2000 Mervis et al., 1999) , Down syndrome (Chapman and Hesketh, 2000; Paterson, 2001) , Fragile X syndrome (Bennetto and Pennington, 1996; Freund and Reiss, 1991) and Turner syndrome (Reiss et al., 1995; Ross et al., 2000) . In stark contrast, little is known at this level of analysis about individuals with another disorder, which is the most common genetic deletion syndrome and also one of the most common genetic sources of mental retardation or developmental disability (McDonald-McGinn et al., 1999) . This syndrome results from a submicrosopic deletion of approximately 3 mb on the long (q) arm of chromosome 22 (Dunham et al., 1999) and is thus referred to as the chromosome 22q11.2 deletion syndrome (hereafter 22q). It encompasses the DiGeorge (DGS) (DiGeorge, 1965) and Velocardiofacial (VCFS) (Shprintzen et al., 1978) syndromes.
The lag in understanding about the neurocognitive implications of 22q is partially due to fairly recent developments in cardiac surgery (e.g. Bellinger et al., 1995) , which allow repair in infancy of the once fatal congenital heart defects that are estimated to affect around 70-75% of 22q11.2 deleted individuals (McDonald-McGinn et al., 1999) . More significant were the observations of common deletions in multiple patients with DGS and VCFS (Driscoll et al., 1992a (Driscoll et al., , 1992b and the development of a diagnostic test for the chromosome 22q11.2 deletion that made it possible to determine that the large and variable set of symptoms which had been associated with DGS and VCFS all originated from the same genetic source. The use of that test set the prevalence of the deletion at around one in 4000-5000 live births (Driscoll et al., 1993) and focused attention on the now large and growing population of affected individuals. Though fewer than 10% of deletions reported to date have been familial (McDonaldMcGinn et al., 1999) , the fact that VCFS has a 50% recurrence risk means that the population is likely to enlarge even further as some members of the current cohort of children and adolescents reach maturity. Therefore it is crucial that advances be made in understanding the characteristics and biological bases of the cognitive and behavioral deficits in this population so that interventions and 
